Each newborn was examined daily, and in every case of moderate or severe jaundice the serum bilirubin was determined. If the result was over 18 mg./100 ml. a detailed history was taken of the mother including her country of origin, past and family history of anaemia, jaundice, or favism, and details of drugs taken in the perinatal period. Whenever Rh iso-immunization could be excluded, the blood of the infant and of the parents was examined for G6PD deficiency by the semi-quantitative method of Motulsky and Campbell as described by Doxiadis et al. (1961) .
The test is based on the time taken to decolorize a solution of 'brilliant-cresyl-blue' (National Aniline Division) mixed with the blood to be examined. If ,decolorization occurred after 60 minutes enzyme deficiency was considered to be present, values between one and two hours suggesting heterozygosity.
For blood group studies clotted venous blood was used. The blood groups of the mothers and the babies were determined for the following red cell antigens: ABO, Rh (including C, c, Du, E, e) MN, Kell, and Duffy. The direct Coombs test was performed on the blood of the infants. The serum of the mothers was screened against a panel of group 0 red cells for the presence of antibodies belonging to the following blood group systems: MNS, P, Lutheran, Rh, Kell, Duffy, Kidd, and Lewis. The red cell antigen typing of the panel cells was performed for us by Dr. A. G. Mourant of the Lister Institute, London. The screening techniques were performed using the panel cells suspended in saline, and also using the same cells treated with ficin. The saline tubes were incubated both at room temperature and at 370 C. and were followed by the indirect Coombs test.
The ficinized cells were incubated at 37°C. Titres for complete and incomplete anti-A and/or anti-B were performed where indicated by the ABO groups of the mothers and babies. A dextran medium was used for the detection of the incomplete anti-A and anti-B (Mollison, 1961) . The techniques used were the standard methods described by Race and Sanger (1954) .
Description of Cases
The criterion of severe neonatal jaundice in this report is a total serum bilirubin level of 18 mg./100 ml. or above on one or more occasion. Exchange transfusion was performed in all but one of the cases here described. During the period July 1962 until February 1963 there were 10 cases of severe neonatal jaundice: in 2 of these there was evidence of Rh incompatibility; G6PD deficiency was present in the other 8. The details are presented in Table 1 . Most of the parents were Jewish immigrants from Kurdistan among whom the incidence, in males, of G6PD deficiency is 58 -2%-the highest of any Jewish community in Israel (Sheba, Szeinberg, Ramot, Adam, and Ashkenazi, 1962) . Kurdish infants constitute less than one-fifth of the infants born in this hospital. The sudden increase in the proportion of Kurdish infants requiring exchange transfusion during the period in question is shown in the Figure. ABO ,ious years between two to five exchange was strong enough to warrant using brilliant green Ins were performed yearly. A sudden alone, which was the practice in a neighbouring n the need for exchange transfusion, such hospital where G6PD deficiency jaundice was not lescribed, suggested the possibility of a occurring in newborn infants. In the nine months y error in the estimation of bilirubin. following the discontinuation of its use, only one rror would not explain why the proportion Kurdish infant had severe neonatal jaundice. ;h infants requiring exchange transfusion
In order to test the potential haemolytic properties ;e suddenly. Neither the total number of of our 'triple dye', it was incubated with enzymer the ethnic composition of the hospital deficient red cells. There was no abnormal n had changed in recent years. As the decrease of reduced glutathione and we, therefore, ommunity in Israel is unique in its particu-failed to confirm such a haemolytic effect in vitro incidence of G6PD deficiency, suspicion (E. Heimann-Hollaender and S. Freier, 1963, un- diately cast on this fact as being related to published observations). This, however, does not Lice. We could demonstrate this enzyme exclude the possibility that one of the breakdown in all infants requiring exchange trans-products of these dyes present in the patient's plasma the nine months under review, apart from may be responsible for haemolysis. The amount of hom Rh incompatibility was the obvious substance that can be absorbed through the umbilicus 'rematurity and ABO incompatibility were is obviously very small, but cases of G6PD-deficient l some cases but there was an associated jaundice are on record where the offending substance ficiency. No exchange transfusions were was probably a comparably small amount of For the first two reasons alone during the naphthalene present in clothes impregnated with der review.
this substance (Zinkham and Childs, 1958; Dawson, iilirubinaemia in newborn infants may be Thayer, and Desforges, 1958; Jim and Chu, 1963 Fessas et al. (1962) have adduced evidence for a familial tendency for enzyme-deficient neonatal jaundice. They suggest that a second genetic factor inherited independently of G6PD deficiency may exist in these families. As deficiencies of other enzymes, namely acid phosphomonoesterase and catalase, are known to occur in the erythrocytes of some G6PD deficient subjects (Tarlov and Kellermeyer, 1961; Oski, Shahidi, and Diamond, 1963) this possibility must be seriously considered. The relative importance of hereditary as opposed to environmental factors in enzyme-deficient jaundice in newborn infants, therefore, awaits further evaluation.
Summary
Eight infants with severe neonatal jaundice associated with deficiency of G6PD were observed in a Jerusalem hospital. Incompatibility of the ABO groups of mother and infant possibly contributed to the jaundice in three cases. In spite of the high incidence of G6PD deficiency among Kurdish Jews in Israel, neonatal jaundice of this type is known to be uncommon in this country. An antiseptic preparation applied to the umbilicus was considered to be the most likely cause of the haemolysis in our cases.
